INTRODUCTION
Tuberous sclerosis complex (TSC) is a hereditary neurocutaneous syndrome with a classic triad of seizures, mental retardation, and adenoma sebaceum. It is inherited by an autosomal dominant pattern and is caused by a mutation in the TSC1 and TSC2 genes encoding hamartin and tuberin respectively, both of which are thought to act as tumor suppressor genes (1) . Lack of functional hamartin or tuberin may explain the development of hamartomas and various tumors in TSC. Almost all systems or organs of the body can be involved in TSC. Clinical manifestations are unique in many cases but in some cases, characteristic findings from imaging are the first step to raise a possibility of TSC.
Hamartomas in TSC patients are most commonly found in the skin, kidneys, brain, and heart. Less frequently, they can involve the retina, gingiva, bones, gastrointestinal tract, and lungs.
Lymphangioleiomyomatosis (LAM) is a well known and major feature of the pulmonary manifestation of TSC. Pulmonary manifestations are known to occur in approximately 1-2.3% of TSC patients, but the incidence turned out to be higher based on radiologic findings in up to 26-39% of female TSC patients (2).
More recently, multifocal micronodular pneumocyte hyperplasia (MMPH) has been reported to occur in association with TSC (3, 4) . MMPH is a hamartomatous process of the lung with multiple small nodules which are composed of type II pneumocytes.
MMPH is not a new entity, but if it is an initial presentation of TSC and we are not familiar with this rare manifestation of TSC, it may lead incorrectly to other diagnoses such as miliary tuberculosis or metastatic lung disease. MMPH in TSC has been rarely reported in children or adolescents (5). Here, we report a teenage girl with MMPH and TSC which mimicked miliary tuberculosis at the initial presentation. 
CASE REPORT
A 15-year-old girl was referred to our institute because of abnormal findings on chest radiographs. An initial chest radiograph for student screening a year ago showed numerous fine nodular opacities, measuring a few millimeters, and evenly scattered throughout both lungs (Fig. 1A) . With an initial diagnosis of miliary tuberculosis, anti-tuberculosis medications were given at the local public health center. However, standard anti-tuberculosis treatment for more than 9 months failed to show radiological improvement. Subsequently she was referred to our hospital for further evaluation.
On admission, the patient had no respiratory symptoms. Phys- The high resolution CT (HRCT) showed miliary nodules and multiple small nodules, varying in diameter from 3 to 12 mm, and randomly distributed throughout both lung fields (Fig. 1B) .
No cysts, pleural effusions, or significant mediastinal or hilar lymphadenopathy were noted. Bronchoscopy revealed no endobronchial lesions. Brain MRI demonstrated multiple subependymal nodules along the ventricular margins, and tubers in the cerebral cortex and subcortical white matter of both hemispheres (Fig. 2) . Subsequent ultrasonography and CT of the abdomen showed small cysts and presumed angiomyolipomas in the both kidneys.
A biopsy was performed on the right upper and middle lobes by means of video-assisted thoracoscopic surgery. Histologically, the parenchymal tissue showed multifocal areas of increased cell density, and consisted of increased septal fibrosis and papillary growths of hyperplastic type II pneumocytes (Fig. 3A) . No caseating necrosis or granulomatous inflammation was identifiable.
Immunohistochemically, most of the proliferating epithelial cells of the lesion were positive for anti-pan-cytokeratin ( Fig. 3B ) and anti-thyroid transcription factor-1. However, they were negative for anti-melanocyte marker (HMB-45).
DISCUSSION
TSC is an autosomal dominant disorder characterized by the triad of seizures, mental retardation, and multiple hamartoma lesions. Our patient could be diagnosed as having definite TSC since she had all the features of the classic triad and two major fea- MMPH is another lung manifestation of TSC. The precise prevalence of MMPH in patients with TSC is not known, but may be as high as 40-58% (6). There is no gender restriction, and MMPH may occur in association with LAM in TSC patients (3).
In our case, there was no associated feature of LAM on CT. In 
